and that the marrow May contain many very large leucocytes, especially metamyelocytes (Wintrobe, 1946) ; that in the course of leukaemia, there may occur a maturation arrest in the red cell series (Treadgold, 1913 ; Touer & Graafland, 1939) ; and that Addisonian anaemia and leukaemia may rarely co-exist in the same patient (Rich & Schiff, 1936 ; Sterne, S'.'hiro & Molle, 1941 ; Wool'.ey, 1944) . Moreover, a further complication that there is some evidence that the incidence of achlorhydria in cases of leukaemia is higher than in the normal population (Davis & Fitz-Hugh, 1939 (Fig. 3) .
The patient was discharged on the 18th December and instructed to take Occasionally, it may be explained by haemorrhage, and rarely by a liaeinolytic process as in the few cases of symptomatic haemolytic anaemia that have been described in association with leukaemia (Davis, 1944) . The most generally accepted explanation, however, is that in the majority of cases the anaemia is myelophthisic, the centres of red cell production in the marrow being disorganised by the invasion ?f leukaemic cells (Forkner, 1938 at this time the anaemia was only moderate in degree, the red cell count being 3.32 million/cu.mm. The cells which were considered to be megaloblasts, although displaying a certain degree of condensation of the nuclear chromatin, were larger than normoblasts of equivalent degree of nuclear maturation, and moreover did show nuclear characteristics in keeping with these seen in cases of untreated pernicious anaemia with similar red cell levels in the peripheral blood. Furthermore, the response to liver therapy as shown by the reticulocyte counts and especially by the change in the character of the red cell precursors, is held to provide confirmatory evidence for the view that erythropoiesis was in fact megaloblastic at this stage in the patient's illness. The causation of the megaloblastic blood formation may now be considered. The obvious question requiring consideration is whether it was the result of the disease itself or of the therapeutic agents employed. It may be accepted that the patient was not suffering coincidentally from Addisonian pernicious anaemia because free hydrochloric acid was present in the gastric juice.
It is conceivable that leukaemic infiltration of the alimentary tract might produce such a deficiency either by destroying the gastric mucosa, or by interfering with intestinal absorption. Although actual pathological evidence is lacking, the former explanation is unlikely in view of the presence of free hydrochloric acid, because it is now known that the same area of gastric mucosa is responsible for the secretion both of hydrochloric acid and of intrinsic factor (Fox & Castle, 1942 ; Cox, 1943) . Involvement of the bowel cannot be excluded, nor is it outwith the bounds of possibility that the liver was infiltrated, and the synthesis or storage of anti-anaemic factor thereby disturbed. Again, the metabolism of the abnormal leukaemic cells may interfere in some way with erythrocyte maturation, possibly by competition for essential factors, but although there is no direct evidence to the contrary, if this were so, a much greater incidence of megaloblastic anaemia would be expected in leukaemia.
There remain for consideration the possible side effects of the therapeutic agents employed, namely urethane and nitrogen mustard. The exact mechanism whereby leukaemic cells succumb to the action of urethane is not precisely known, but it is believed that the drug inhibits mitotic division (Haddow, 1947) . It would seem not unreasonable to postulate a similar influence on the maturing red cells but although urethane has been administered fairly extensively in the treatment of leukaemia, there do not appear to have been any reports of changes in the red cell precursors. However, as it is not common practice to repeat marrow biopsy once the diagnosis of leukaemia has been established, it is doubtful whether there is any information on this particular point.
On the other hand, abnormal red cell precursors have been seen in the marrows of patients treated with nitrogen mustard (Brown & Davis, 1950) 
